Enteropathogenic Estherichia coli (EPEC) has been implicated as a cause of diarrhea and gastroenteritis in children (26) . Several serogroups have been reported to have caused outbreaks of diarrheal diseases in different locations. Edwards and Ewing (5) identified 9 such OK groups of E. co/i, and the World Health Organization International Escherichia Centre listed 15 0 serogroups of E. coli as enteropathogenic to man (27) . SakaZaki and co-workers (21, 22) identified 34 OK groups of E. coli as possible enteropathogens.
Because of the failure by many workers (6, 20) to demonstrate the production of enterotoxin by the classical EPEC strains, the pathogenic role of EPEC became controversial. Thus, for quite a long time (from the late 1960s to the late 1970s), few studies on EPEC diarrhea were done (31) , and many laboratories throughout the world stopped serotyping E. coli isolated from diarrheal cases. However, recent experiments with animal models and human subjects have shown that EPEC can cause intestinal secretion and diarrhea (27) . The mechanism of production of diarrhea by EPEC may be the production of an enterotoxin which is different from those produced by enterotoxigenic E. coli (14, 15) Stool examination. Two rectal swabs and a stool specimen were collected from every patient. All stool specimens were examined under the microscope within 1 h of collection for any ova, cysts, pus cells, erythrocytes, and macrophages. Immediately after collection, one rectal swab was inocLilated onto MacConkey agar, salmonella-shigella agar, and Monsur's medium for the isolation of E. coli, salmonellae, shigellae, and vibrios. After inoculation, the swab was brought to the laboratory in Carry Blair medium and cultured in Skirrow's medium to test for Camnpylobacter spp. (30) . The second swab was kept in phosphate-buffered saline and stored at -20°C for the detection of rotavirus antigen by an enzyme-linked immunosorbent assay technique. Also found in this study but not reported here were campylobacter, shigella, vibrio, and rotavirus pathogens. Standard bacteriological techniques were used to isolate and identify E. coli (30) .
From the primary MacConkey agar plate, five to six lactose-fermenting colonies morphologically resembling E. coli were stocked individually on a blood agar base slant. These colonies were biochemically confirmed as E. coli and then serogrouped with commercially prepared antisera (Difco Laboratories, Detroit, Mich.). E. coli giving positive agglutination with any of the five polyvalent antisera (Table  1) were subsequently grouped with the constituent monovalent antisera by slide agglutination.
The EPEC strains were tested for the production of heat-labile and heat-stable enterotoxins. Heat-labile enterotoxin was detected by the Chinese hamster ovary (9, 12) , and heat-stable enterotoxin was detected by the infant mouse assay (9). All the EPEC were then studied for invasiveness by the Sereny test (12, 16) . A Shigellaflexneri strain was used as a positive control, and a saline wash of a sterile blood agar plate was used as the negative control. Any sign of keratoconjunctivitis in the animals within 4 days was regarded as positive for invasiveness,
The Z test was applied for statistical analysis.
RESULTS
The mean age (t standard error) was 10 + 2 months for the patients and 11 ± 2 months for the controls; 65% were younger than one year old, and 90% were younger than three years old. The sex ratio (male:female) was 1.4:1 and 2:1 for the patients and control$, respectively.
E. coli were isolated in 91 (87.50%) diarrheal and 73 (98.65%) control specimens. Because of overgrowth of Klebsiella, Enter-obacter, and Citrobacter cells, no E. coli could be isolated from the rest of the specimens.
A total of 30 E. coli strains isolated from diarrheal specimens gave positive agglutination with polyvalent antisera (poly A, B, C, D, and E). As the monovalent antisera of poly D and poly E were not available and as poly D and E contain both EPEC and non-EPEC antisera, we could not group six E. coli strains which gave positive agglutination with poly D and E. Therefore, these six strains were excluded from the EPEC group. Thus, EPEC was isolated from 24 (23.1%) 10, 11, 25) . Studies from India detected EPEC in 8 to 24% of diarrheal cases in children (7, 13, 19, 24, 26) . The only study reported thus far in Bangladesh (formerly East Pakistan), in 1966, isolated EPEC in 6% of the diarrheal children compared with 0.4 to 0.6% of the controls (Huq anxI Rizvi, 5th Annu. Med. Symp., 1966) .
In the present study, EPEC was isolated from 24 (23.1%) diarrheal patients compared with 6 (8.1%) controls. The difference in this rate of EPEC isolation in diarrheal and control groups is statistically highly significant (P < 0.01).
From 8 of these 24 cpsses, no pathogen other than EPEC was isolated. These findings strongly implicate EPEC as the cause of diarrhea in the children. Our results are in agreement with those of others in India and other countries (10, 13, 17, 25) . The only study conducted earlier in this country also indicated a significant difference in the rate of EPEC isolation in test and control groups. However, the rate of EPEC isolation in the present study was higher than that of the previous study (Huq and Rizvi, 5th Annu. Med. Symp., 1966) . Variation in the rates of EPEC isolation in various studies conducted in the same locality at different times are not unlikely and have been reported by many authors (10, 13, 17, 19. 23, 25, 26 ).
There appears to be little similarity between the serogroups isolated in thq present study and those isolated in 1966 (Huq and Rizvi, 5th Annu. Med. Symp., 1966). In 1966, only 7 EPEC serogroups were isolated, and among those 026:B6, 0127:B8, and 0128:B12 were the predominant strains. In the present study, 12 different EPEC serogroups were isolated, and serogroups 020a, 020c:K61; 020a, 020b:K84; 026:K60; and 018a, 018c:K77 were the predominant strains. This variation in the prevalence of specific EPEC serogroups in a particular locality is not unexpected in view of the long interval since the previous study. Similar observations were also made by others (19, 23, 26) .
The controversy over the importance of EPEC is primarily limited to its occurrence in endemic community-acquired diarrhea. Most authorities agree that serotyping is a useful tool to identify diarrheagenic strains associated with epidemics, especially epidemics occurring in the hospital. However, the routine practice of serogrouping E. coli strains from sporadic cases has been questioned. Our study, showing a significant difference in isolation rates for patients and controls, suggests that EPEC causes community-acquired diarrhea in Bangladesh. These 
